In this condition due to neoplasia or hyperplasia of one or more of the parathyroid glands, the liberation of an excess of the parathyroid hormone into the blood stream leads to progressive absorption of mineral matter from the skeleton, resulting in softening, deformity and bending of the bones and in spontaneous fracture. The bones are often enlarged, the mineral matter being replaced by fibro-osteoid 
In this condition due to neoplasia or hyperplasia of one or more of the parathyroid glands, the liberation of an excess of the parathyroid hormone into the blood stream leads to progressive absorption of mineral matter from the skeleton, resulting in softening, deformity and bending of the bones and in spontaneous fracture. The bones are often enlarged, the mineral matter being replaced by fibro-osteoid tissue, which may subsequently undergo myxomatous changes and softening, with the formation of cyst-like spaces. The condition is met with at an earlier period of life than Paget's disease of the skeleton and it is much commoner in women than in men. No method has as yet been devised of estimating directly the functional activity of the parathyroid glands and the hypertrophy is seldom evident on physical examination. Occasionally the presence of an adenoma may he detected on palpation of the neck ; but, as a rule, parathyroid hyperfunction is indicated only by its effects on the skeleton and especially by the rarefaction and fibrocystic changes of the bones seen on x-ray examination in the later stages of the disease. A full account of the symptomatology, pathology, and diagnosis of hyperparathyroidism, and a comprehensive review of the literature 011 the subject has recently been furnished by Albright and Reifenstein (1948) in a series of selected studies 011 the parathyroid glands and metabolic bone disease.
The calcium content of the blood and the renal output of the mineral elements are increased and usually also the phosphatase activity of the blood serum. The hypercalcaemia and the elimination of an excess of calcium by the kidney, although almost always associated with an increase in urinarv volume, mav lead to metastatic calcification and the formation of renal calculi. One The data include the results obtained in the estimation of the carbon-dioxide combining power of the plasma (Van Slyke), the calcium and inorganic phosphorus of the serum and the titratable acidity, ammonia coefficient, and calcium content of the urine. In these estimations the ordinary analytical methods were employed.
Fresh specimens of urine were necessary to determine the titratable acidity of the urine and the ammonia coefficient, the latter involving the estimation of urea as well as ammonia.
The method of estimating the urinary calcium was the same as that employed to determine the calcium content of the serum.
In this estimation, which requires considerable care to ensure accuracy, r> c. (Table 3) , and myelomatosis (Table 4) . The expenditure of calcium in foetal growth and milk production suggests that an increased functional activity of the parathyroid glands and a tendency to hyperplasia may exist during pregnancy and lactation. Enlargement of the glands has been observed in rickets, osteomalacia and other diseases involving the skeleton. In these conditions the hyperplasia has been regarded as a compensatory mechanism,, and secondary to an increased physiological demand for the hormone (Cameron, 1947 (1924) found that the inorganic phosphorus of the serum and the renal output of phosphates are also increased by breathing an atmosphere rich in C02. Thus an excess of phosphorus is apparently excreted in those conditions which tend to lower the pH of the blood, and so a depletion of the body stores of phosphorus may result. In hyperparathyroidism, however, the blood and urinary changes are not identical with those produced in acidosis.
American workers (Logan, 1940) The process of decalcification is discussed.
